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[ Abstract ] Background and objective Tumor recurrence and drug resistance are the main causes of death
in tumor patients. The family of acetaldehyde dehydrogenase (ALDH) is closely related to the proliferation, migration,
invasion and resistance of tumor cells, and different ALDH subtypes are expressed in different tumor cells. The aim
of this study is to elucidate the ALDH subtype in human lung adenocarcinoma HCC-827/GR cells, which resistant to
the gefitinib. Methods The human lung adenocarcinoma HCC-827 cells were used to generate the gefitinib-resistant
HCC-827/GR cells; the expression of ALDH subtype in either HCC-827 or HCC-827/GR was detected by flow cy-
tometry; The proliferative capacity and sensitivity to gefitinib of hcc-827/GR cells were analyzed by MTT assay before
and after treatment with 100 pmol/L diethyllaminaldehyde (DEAB); Real-time quantitative PCR was used to detect
the expression of ALDH subtypes at mRNA levels in hcc-827 cells and hec-827/GR cells. Results Compared with
HCC-827 cells, the positive rate of ALDH in HCC-827/GR cells increased. The proliferation ability of HCC-827/GR
cells decreased after treatment with 100 umol/L DEAB. Compared with HCC-827 cells, the expression of ALDHIAI
and ALDHIL1 mRNA was increased in hcc-827/GR cells, but the ALDH3B2 expression was decreased. Conclusion

ALDH might be used as a molecular biomarker to test the gefitinib-resistant to lung adenocarcinoma cancer cells, and
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the ALDH1A1 may play a role in gefitinib resistance in lung cancer.

[ Keywords ] Human lung adenocarcinoma; HCC-827; Gefitinib; Acetaldehyde dehydrogenase
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Tab 1 gqRT-PCR primers

Gene Primers ( 5—3’)
ALDH1A1 Positive: GCACGCCAGACTTACCTGTC
Reverse: CCACTCACTGAATCATGCCA
ALDH1A3 Positive: ATCAACTGCTACAACGCCCT
Reverse: TATTCGGCCAAAGCGTATTC
ALDH1B1 Positive: TGCTGCAGAGTGTCAGCAT
Reverse: GGTGGTAGGGTTGACCGTCG
ALDHIL1 Positive: ATCTTTGCTGACTGTGA
Reverse: GCACCTCTTCTACCACTCTC
ALDH2 Positive: TCAAATTACAGGGTCAACTGCT
Reverse: GGCTGGGTCTTTACCCTCTC
ALDH3A1 Positive: TGTGTCAAAGGCGCCATGAGCAAG
Reverse: GGCGTTCCATTCATTCTTGTGCAG
ALDH3A2 Positive: CGCTCAACTCTTTCCCATTTG
Reverse: TTCCCCAATCCACCTTTGAC
ALDH3B1 Positive: ACAAGTCAGCCTTCGAGTCGG
Reverse: AGCACCACACAGTTCCCTGC
ALDH7A1 Positive: AGGAGAGGTTTGGGAGAAGTCTGT

Reverse: TATAAACAGTCGCCTCGCAGTGGT
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39.1%

2 HCC-827 5HCC-827/GREAFIALDHPR 4 R B HHE T 45 R
B 1 BRI F RIS M, A HCC-82740f1 ; B : 1.0 umol /mL Fig 2 The positive ALDH rate of HCC-827 and HCC-827 GR cells
HIFERMZAMAHCC-827/ GR (HHERHMEX100) .
Fig 1 Morphological changes before and after cell treatment. A:
HCC-827 cells; B: 1.0 pmol /mL gefitinib-resistant cell hcc-827/GR
(phase difference microscope X 100).
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Fig 3 Effect of gefitinib on cytotoxicity and drug resistance. A: gefitinib’s toxicity experiment on cells; B: the toxicity of DEAB to cells.
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Fig 5 The expression of mRNA levels in hcc-827 cells and hcc-827/GR
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